The glucose utilization during specific 6 opiate agonist-induced epileptiform phenomena, determined by the [14C]2-deoxyglucose technique (2-DG), was examined in various rat brain areas at different time intervals. The peak in EEG spiking response and the most intensive 2-DG uptake occurred 5 min after intraventricular (i.v.t.) administration of the 6 opiate receptor agonist. The most pronounced 2-DG uptake at this time interval can be observed in the subiculum, including the CA1 hippocampal area, frontal cortex and central amygdala. A general decrease of glucose consumption, compared to control values, is observed after 10 min, in all regions, with exception of the subiculum.
INTRODUCTION
There is evidence that endorphins may play a role in epileptogenesis 2,1s. The target area of this action seems to be the limbic system 9,~°, and specifically the hippocampus3,7. The increase of neuronal excitation caused by opiates in the hippocampal area is of particular interest, since opiates were found to depress neurones in other brain regions I0. Because functional activity and energy metabolism appear to be closely related in the nervous system 17, local alterations in glucose utilization accompany and reflect local changes in neuronal activity in the rat brain it. Studies using the [14C]2-deoxyglucose histochemistry with intracerebroventricular (i.v.t.) fl-endorphin injection showed the most dramatically enhanced metabolic activity in the ventral hippocampus and the entorhinal cortex, thus favouring these structures as the possible sites of origin for the epileptiform activity 9.
Using a modification of Sokoloff's technique 13 and a method for isolated removal of brain tissue 15, we selected some rat brain areas, which from literature and our previous studies appeared to be involved in the neuronal excitability after i.v.t, administration of enkephalins3,4,7, 8. In the present study, we utilized these methods to ascertain what changes occur in the metabolic rates of different regions in the CNS, during opioid-induced seizures. Therefore, we compared the glucose uptake in some rat brain areas, as a function of time, during a state of normal neural excitability and during 6 receptor peptide 5 (DSTLE)-induced epilepsy. DSTLE as a 6 opiate receptor agonist was selected since the epileptiform phenomena were proposed to emerge from the 6 opiate receptor stimulation2,S and probably not from the/~ opiate receptors4,16. 
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